IT IS generally agreed that the Marfan syndrome is a heritable disorder of connective tissue characterized by widespread malformations affecting the musculoskeletal, cardiovascular, and ocular systems. It was first described by Marfan in 1896 under the name of dolichostenomelie.' In 1902 Archard presented a case and called the syndrome arachnodactyly.2 Thus, the musculoskeletal malformations were initially described in this syndrome. Later, attention was drawn to the frequency of associated cardiovascular and ocular abnormalities, particularly ectopia lentis. Other malformations have also been reported such as susceptibility to respiratory infections, developmental malformations of the lung, cystic disease of the lung, and spontaneous pneumothorax. Several reviews covering different aspects of this syndrome have been published.AThe purpose of this paper is to inches, and the span 83 inches. The blood pressure was 130/40 mm. Hg in the left arm, and 75/40 in the right arm. The pulse was regular, 108 per minute. The left carotid pulse was extremely weak; the right one was bouncing. There was marked cardiomegaly, and the left subelavian artery showed aneurysmal dilatation. A left atrial gallop was prominent at the apex. In addition, there were a harsh grade-II holosystolic murmur and a palpable systolic thrill in the third inter-'oostal space, left parasternal area, and a grade-II blowing diastolie murmur heard best in the same area. The aortic second sound was greater than the pulmonie. The liver was 11/2 fingerbreadths below the right costal margin. The right radial pulse was markedly diminished. There was also a spina bifida. Urinalysis, leukocyte count, hemoglobin, blood urea nitrogen, fasting blood sugar, serum electrolytes, and carbon dioxide combining power were all within normal limits. Cardiac fluoroscopy and chest roentgenograms revealed thoracic scoliosis, marked pectus excavatum, abiormally prominent aorta with increased pulsations both in the arch and in the ascending aorta, and increased pulmonary vascularity ( fig.  8 ). Several blood cultures were negative. In spite of treatment, the patient's general condition rapidly deteriorated and he died on the fourth day of his hospitalization. Necropsy showed (1) dissecting aneurysm of the aorta with involvement of the carotid and subelavian arteries, (2) thrombosis of the left common carotid artery, (3) dilatation of the aortic ring, (4) severe, diffuse, cardiac dilatation involving both valve rings and cardiac chambers, (5) patent ductus arteriosus, (6) pulmonary emphysema, and (7) several levels of the aorta and the renal, splenic, both carotid, both femoral, and pulmonary arteries showed similar changes.
There was capillary telangiectasia of the brain and encephalomalacia resulting from the carotid thrombosis.
In this 22-year-old man there was involvement of many systems, a patent duetus arteriosus, and one of the most common complications of the Marfan syndrome, dissecting aneurysm of the aorta. The dissection also involved the carotid and subelavian arteries. The medionecrosis was present not only in the aorta but also in the major arteries of the neck, abdomen, legs, and the pulmonary artery. After incising the aneurysm the inner lining of the aorta was seen to be smooth and glistening without evidence of luminal tear. The aortic valve appeared normal except for dilatation of the ring. The aneurysm had ruptured into the pericardial sac. The aortic wall opposite the saccular aneurysm appeared normal; therefore, the saccular portion of the ascending aorta was trimmed back to what appeared to be normal aortic wall and a wedge of sinus of Valsalva was removed from the non-coronary area to narrow the ring. The ascending aorta now appeared to be approximately normal in diameter, and there was no evidence of aortic regurgitation. Microscopically there were many areas of smudgy degeneration of the media, creating small areas of cystic medial necrosis. In one of the sections, there was a dissection of aorta between the media and adventitia, or possibly in the deep layer of the media. This area was recanalized and contained blood. The patient improved markedly after surgery. The heart size decreased, and he was discharged on The reported frequency of such anomalies ranges from 30 to 60 per cent. In the past, it was thought that congenital heart disease, especially interatrial septal defect, was the most common cardiovascular anomaly. Now it is agreed that dilatation of the aorta is more common. Since it involves most frequently the base of the aorta that is intrapericardially located, it may not at first be obvious radiologically. At this stage, aortic regurgitation is frequent, and cardiac fluoroscopy will usually show increased pulsations just above the right atrium. Our cases 1 and 2 demonstrate these points quite well. Both had aortic regurgitation, and routine radiologic studies failed to show the large aneurysmal dilatation of the base of the aorta. This could be demonstrated only by retrograde aortography. Although it is realized that involvement of the aortic sinuses and ring dilatation are the most frequent findings producing aortic regurgitation, valve, seen in this syndrome, can produce a similar picture. Since some of these anomalies are now surgically correctable, the importance of establishing an accurate diagnosis is quite obvious. Since 1955, Steinberg and his coworkers8-10 have reported 10 
